SUMMARY The occurrence of post-infarction epilepsy was investigated in 68 patients with angiographically proven internal carotid artery occlusion and in 56 patients with middle cerebral artery occlusion. Epileptic seizures occurred during follow-up in 9% of the carotid artery group and in 21-4% of the middle cerebral artery group. The different incidence of seizures in the two groups was statistically significant. The physiopathological mechanism of the late post-infarction epilepsy is discussed.
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Epileptic seizures in cerebral arterial occlusive disease have been reported with an incidence varying from 10 to 28%.1-6 Previous studies reported that epileptic attacks are more frequent in internal carotid artery occlusion than in middle cerebral artery occlusion.36 However there is no clear distinction between early seizures which occur during the acute stage of an ischaemic disease because of biochemical reactions,7 and late recurrent seizures which represent a true post-infarction epilepsy. The aim of the present study was to evaluate the occurrence of late post-infarction epilepsy in patients with internal carotid artery or middle cerebral artery occlusion.
Patients and methods
Clinical data were collected retrospectively on 100 consecutive patients with angiographically proven internal carotid artery occlusion8 and on 70 patients with middle cerebral artery occlusion.9 Of the 100 patients, 93 were hospitalised for stroke ipsilateral to carotid occlusion and seven for ipsilateral transient ischaemic attacks. Of the 70 patients, 67 had been hospitalised for stroke ipsilateral to middle cerebral artery occlusion and three for ipsilateral transient ischaemic attacks. In the internal carotid artery group 13 died within the first month, 11 underwent surgery (end-arterectomy, by-pass operation) and were excluded, eight could not be traced. In the middle cerebral artery group 14 died in the acute stage of stroke. Therefore the follow-up data were obtained in 68 patients with internal carotid artery and 56 patients with middle cerebral artery occlusion by personal examination or by telephone interviews with the local physician (for those two who had died during the follow-up period).
The carotid group included 48 males and 20 females, aged 21 to 81 y (average 51-2). The follow-up period ranged from 1-5 to 5-9 y (median: 3-5 y). The middle cerebral artery group included 36 males and 20 females, aged 21 to 81 y (average 54.8). The follow-up ranged from 1 to 5 y (median: 5 y).
When at least one epileptic seizure occurred two weeks after stroke, late post-infarction epilepsy was considered. The single seizure was considered as epilepsy in accordance with criteria adopted for post-traumatic epilepsy,'°-14 when a late seizure was diagnosed. Care was taken to exclude other possible causes of seizures (metabolic encephalopathy, encephalitis, chronic alcohol abuse, head trauma).
Results
Among the 68 patients with internal carotid artery 1345 
Discussion
In our study the incidence of post infarction epilepsy was higher in middle cerebral artery occlusion than in internal carotid artery occlusion, in disagreement with previous studies.36 It is difficult however to make a comparison with other reports since they did not distinguish early seizures from late epilepsy. The only finding in agreement with our study is that reported by Cocito et a16 of a higher frequency of "sequelar" seizures in the middle cerebral artery group than in the internal carotid artery group. We believe that a distinction is required between early and late seizures since early seizures are probably due to biochemical reactions provoked by ischaemia,' whereas late seizures are due to chronic epileptic focus. Middle cerebral artery occlusion is more frequently of embolic origin'5 and early recanalisation has been documented by serial angiographic studies. ' 
